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transiently entrains the tachycardia must necessarily enter via the
excitable gap. Otherwise, the reentrant circuit will act as a pro-
tected focus. Clearly, then". . . access is not blocked by the wave
front emerging from the circuit."
The argument that transient entrainment indicates a macro-
reentrant circuit was considered by us early on. However, we (4)
and others (5) have now demonstrated transient and interrupted
atrioventricular nodal reentrant tachycardia. Clearly, this is not
an anatomically large or macroreentrant circuit. Therefore, tran-
sient entrainment does not imply, ipso facto, that the reentrant
circuit is large. Perhaps, as per the above point, the presence of
fusion beats in the electrocardiogram demonstrated by two of the
three criteria (constant fusion beats during rapid pacing except for
the last captured beat and progressive fusion) may imply the pres-
ence of an anatomically large or macroreentrant circuit.
Finally, we agree that" ... the occurrence of entrainment of
ventricular tachycardia proves that not all ventricular tachycardia
is caused by 'protected localized reentry'." In fact, Maclean et
al. (6) have previously stated this.
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Exercise-Induced Atrioventricular Block
Woelfel et al. (I) claim that exercise-induced ischemia was un-
likely to have caused heart block in their patients. Our recent article
(2) on exercise-induced bundle branch block (versus atrioven-
tricular [AVj block) indicates that the majority of these patients
have coronary artery disease, some with demonstrable ischemia
concurrent with the development of conduction disturbance. The
fact that there was no electrocardiographic evidence of ischemia
in the patients with AV block does not necessarily rule this out.
It is conceivable that ischemia could be present without apparent
electrocardiographic evidence (apart from conduction distur-
bance!), since ST segment changes generally become evident at
higher ventricular rates-hence the 85 to 90% of maximal pre-
dicted heart rate criterion for diagnostic exercise tests. Yet in two
of their patients, diagnostic ventricular rates were not achieved
because of the development of AV block. Thus, ischemia could
have affected the proximal conducting system, without being man-
ifested by ST segment changes because of the minimization of
ischemia by ventricular rate protection, but with the ischemia man-
ifesting as AV block. In Case 2, perhaps a thallium perfusion
exercise test would therefore have been preferable to the gated
blood pool scan that was cited as normal.
The difference in onset rates of AV block during exercise versus
atrial pacing in Patient 3 is discussed by the authors, who conclude
that the reason is unclear. Chapman's report (3) on an athlete with
intermittent left bundle branch block occurring at differing onset
rates during exercise versus atrial pacing suggested autonomic
modulation of intraventricular conduction, with both adrenergic
and cholinergic influences accounting for this phenomenon. While
the authors suggest that the His-Purkinje system is relatively in-
sensitive to autonomic modulation, there is evidence to the contrary
(4-6) so this explanation is plausible.
Finally, a minor point regarding the authors' comment in con-
nection with this rate onset difference. Their statement, that vari-
ability in onset rates of rate-dependent aberrancy with serial tests
has been noted, is unrelated to their discussion at that point, which
deals with variability in onset rates of AV block between differing
modes of rate increase (that is, pacing and exercise) rather than
serial exercise tests.
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Reply
We agree that the absence of chest pain or ST segment change
does not exclude the presence of myocardial ischemia. However,
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in the patients we described, acute ischemia is a much less plausible
explanation for distal AV block during exercise than is a fixed
conduction system abnormality. This assessment is based not only
on the absence of clinical evidence of ischemia during exercise,
but also on the observation that block occurred at the onset of
atrial pacing and during spontaneous increases in atrial rate un-
related to exercise-instances when the likelihood of ischemia was
remote.
H is unlikely that ischemia was present but undetected because
of low ventricular rates due to AV block in our patients. Patient
3 reached 85% of his predicted maximal heart rate during exercise,
and Patient 2 underwent extended rapid ventricular pacing at a rate
of 160 beats/min. In addition, low ventricular rates that limit myo-
cardial oxygen consumption might be expected to prevent the
occurrence of ischemia altogether, rather than simply to minimize
the manifestations of ischemia on the electrocardiogram.
The study of Wayne et al. (Wayne's Reference 2) should not
be used to suggest that our patients had undetected ischemia.
Although coronary artery disease was documented in 12 of their
16 patients, all 12 had angina pectoris, and 6 even had a prior
myocardial infarction. Certainly the prevalence of coronary disease
in patients with exercise-induced conduction abnormalities who
do not have angina pectoris would be expected to be much lower;
in fact, the prevalence in the four such patients in the study of
Wayne et al. was zero. In addition, Wayne et al. did not prove
that ischemia was responsible for the exercise-induced conduction
disturbance in their patients; the presence of coronary artery disease
does not necessarily imply the presence of functional acute isch-
emia during exercise. Although exercise thallium scintigraphy was
performed in a few of their patients (with positive results in only
50%), the best method to determine whether acute ischemia was
present and directly responsible for the bundle branch block might
have been to observe whether treatment of ischemia prevented
bundle branch block from appearing during subsequent exercise.
Regarding autonomic influence on distal conduction, we agree
that the His-Purkinje system may be sensitive to autonomic tone,
and we emphasized only that its sensitivity is far less than that of
the AV node. However, even if autonomic changes during exercise
improve His-Purkinje conduction and increase the heart rate at
which AV block appears, as perhaps occurred in the patient de-
scribed by Chapman (Wayne's Reference 3), this would not ac-
count for the opposite finding in our Patient 3 that AV block
appeared at a higher rate during atrial pacing than during exercise.
Finally, by citing the occasional nonreproducibility of the heart
rate at which AV block appears on serial exercise tests, we meant
only to point out that if this rate may be different on serial exercise
tests alone, a difference observed between an exercise test and an
atrial pacing trial should not be expected.
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Idiopathic "Myocarditis"?
I am concerned about the epidemic of idiopathic "myocarditis"
determined by endomyocardial biopsy as described by Zee-Cheng
et al. (I). Their experience is contrary to our own. Figure I of
their article, which is described as revealing "grade I lymphocytic
myocarditis," was shown in a blinded fashion to five staff pa-
thologists. All agreed that the photomicrograph showed nuclear
enlargement and variation in size. They also agreed that there was
no evidence of inflammation. Since most of the cases of myocar-
ditis reported in this article were of the mild variety and since our
pathologists did not agree with the reading of Figure I, it may be
that recent "epidemics" of myocarditis (1-3) are related more
to histologic interpretation than to geographic differences in the
incidence of this condition.
BARRY F. URETSKY, MD, FACC
Division of Cardiology
University of Pittsburgh School of Medicine
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Pittsburgh, Pennsylvania 15261
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Diastolic Atrial Compression in a
Premature Infant
Kronzon et al. (I) demonstrated by two-dimensional echocardi-
ography that diastolic compression of the right atrial free wall was
a sensitive marker of cardiac tamponade in nine adults with per-
icardial effusion. This finding was recently observed in a preterm
infant.
Case report. This 2,000 g premature infant girl (DOB 8/29/83)
was evaluated for cardiomegaly by two-dimensional echocardi-
ography and was found to have truncus arteriosus type I, a large
secundum atrial septal defect and a large pericardial effusion 36
hours after birth. Associated anomalies included imperforate anus,
single umbilical artery and duodenal atresia. Physical examination
showed all peripheral pulses to be present and bounding. The right
arm blood pressure was 60/30 mm Hg. The heart rate was 140
beats/min. Cardiac examination revealed a normal first heart sound,
a loud and single second heart sound and a grade 3/6 systolic
ejection murmur along the left lower sternal border. The chest
roentgenogram showed cardiomegaly with increased pulmonary
vascularity. The electrocardiogram showed right atrial enlarge-
ment. Medical management of congestive heart failure included
administration of digoxin and diuretic drugs and restriction of
fluids.
